abnormality. CT-guided aspiration was performed to reposition a drainage catheter. Unexpectedly, only solid tissue was found, and biopsy revealed papillary renal cell carcinoma. The patient underwent an uncomplicated right radical nephrectomy. The tumour measured 8.0 cm, and no capsular or vascular invasion was apparent. A follow-up MRI brain scan at two months showed almost complete regression of all lesions. The patient subsequently recovered fully.
abnormality. CT-guided aspiration was performed to reposition a drainage catheter. Unexpectedly, only solid tissue was found, and biopsy revealed papillary renal cell carcinoma. The patient underwent an uncomplicated right radical nephrectomy. The tumour measured 8.0 cm, and no capsular or vascular invasion was apparent. A follow-up MRI brain scan at two months showed almost complete regression of all lesions. The patient subsequently recovered fully. COMMENT Ring-enhancing brain lesions are dif®cult to diagnose from the images alone since brain abscesses can mimic cerebral neoplasia and vice versa 1 . Multiple brain abscesses are rare. Most reports are isolated cases, the largest series being of only sixteen patients over 16 years 2 . To our knowledge there are no reports of multiple brain abscesses in association with malignancy. The multiple intracerebral lesions in our patientÐinitially thought to have renal malignancy and then found to have empyemasÐpresented a particular diagnostic dilemma. Currently, aspiration or more aggressive surgical drainage of brain abscesses over 2.5 cm in diameter is recommended 1,2 , and only the largest was drained. Had other lesions not responded to antibiotics, drainage as well as diagnostic biopsy for malignancy would have been necessary. Serial MRI brain scanning played a principal role in monitoring abscess regression during antibiotic therapy. The near complete regression of all intracerebral lesions on serial MRI scanning, and the continued clinical improvement, indicated that none of the cerebral lesions was a metastasis.
Without the follow-up abdominal CT scan after drainage of the perinephric abscess, the renal tumour might not have been detected. A report of four patients with pyogenic renal infections and kidney tumours suggested that the tumour might predispose to renal abscess formation 3 . We are not aware of any reports of S. anginosus causing a perinephric abscess, but this nomenclature is relatively new; S. anginosus is the preferred name for one of the organisms that used to be called the`milleri streptococci' or S. milleri, and these organisms are known to cause brain abscesses, pleural empyema and abdominal infections 4 . The infections are usually local, involving one single viscus or mucous membrane, though possibly at multiple sites 4 . It is especially unusual for a patient to have so many different and widely disseminated sites of infection simultaneously. In a report of ®fty-one cases of S. milleri group bacteraemia, which included a review of a further 158 cases from previous publications, one localized area of infection was the rule 5 . It is noteworthy that eight of these patients had underlying neoplasia. Acute interstitial pneumonia is characterized clinically by ventilation±perfusion mismatching, reduced lung compliance and pulmonary hypertension. Treatment with vasodilators can buy time while the underlying disease is addressed, but these agents have drawbacks as well as bene®ts.
CASE HISTORY
A man of 50 sought advice after seven days of breathlessness at rest and a non-productive cough. He had stopped smoking 20 years previously. There had been no exposure to industrial dusts or asbestos and he kept no pets. On examination, he was tachypnoeic and centrally cyanosed with digital clubbing. Widespread ®ne inspiratory crackles were audible throughout the chest. On the chest radiograph there was diffuse ground-glass haziness, whereas six months earlier the appearances had been normal. Total white cell count was raised but there was no eosinophilia. C-reactive protein, serum urea and serum creatinine were also above normal. Antinuclear antigen, antineutrophil cytoplasmic antibody, and avian and fungal precipitants were not detected. Bronchoalveolar lavage yielded necrotic bronchial epithelium but no eosinophils or malignant cells. A CT scan of the chest (Figure 1 ) con®rmed widespread ground-glass opaci®cation with areas of consolidation suggestive of an interstitial lung disorder. Initial therapy with intravenous broad-spectrum antibiotics, bronchodilators and supplemental oxygen led to temporary symptomatic relief. When breathing 60% oxygen the patient was hypoxic with PO 2 8.2 kPa, PCO 2 5.19 kPa, pH 7.45, HCO 3 27 mmol/L, base excess +3.7.
Continued deterioration necessitated mechanical ventilation. A three-day course of high-dose pulsed methylprednisolone was given without effect. Pulmonary artery catheterization revealed pulmonary hypertension (78/ 35 mmHg) and gas exchange remained deranged despite 100% oxygen (PO 2 7.95 kPa, PCO 2 9.03 kPa, HCO 3 23.4 mmol/L, base excess 6.9, pH 7.185). These ®ndings pointed to a ventilation±perfusion mismatch and hypoxic vasoconstriction of the pulmonary vasculature. In view of this, inhaled nitric oxide (NO) was begun at a concentration of 5±30 parts per million. Gas exchange improved initially (PO 2 13.29, PCO 2 6.69 kPa, HCO 3 31.4 mmol/L, base excess 5.4, pH 7.41, on 100% oxygen) and the pulmonary artery pressure fell to 36/19 mmHg. However, the patient continued to require 100% oxygen so further vascular dilatation was attempted with intravenous prostacyclin, administered at 5 mg/kg. This resulted in systemic desaturation (97% to 91%) and a fall in mean systemic blood pressure (90 to 60 mmHg) and was therefore stopped. NO was continued for two days and oxygen requirement fell gradually to 75%. Oxyhaemoglobin saturation subsequently declined from 94% (on 75% oxygen) to 83% (on 100% oxygen) over 15 hours. Aerosolized prostacyclin was added at 5 ng/kg/min but had no obvious effect on either oxygenation or haemodynamic status. The patient died 10 hours later, and necropsy revealed extensive endstage lung ®brosis.
COMMENT
As in the adult respiratory distress syndrome (ARDS), from which it is clinically indistinguishable, treatment of acute interstitial pneumonia is essentially supportive, aimed at maintaining adequate oxygenation until the in¯ammatory process abates. In ARDS the use of nitric oxide and prostacyclin 2 has been widely reported, so their application in acute interstitial pneumonia is logical. However, the choice and delivery of vasodilator is critical because of potentially serious side-effects. In pulmonary ®brotic conditions there can be large intrapulmonary ventilation± perfusion (V/Q) mismatches 3 . Poor aeration of parts of the lung leads to pulmonary vasconstriction and physiological shunting of blood away from these hypoxic areas; however, within these lung regions there are areas that can still participate in gas exchangeÐhence a V/Q mismatch. Indiscriminate vasodilatation can improve V/Q mismatching but at the same time lead to perfusion of underventilated lung. Treatment with inhaled nitric oxide and prostacyclin avoids this hazard since only ventilated parts of the lung receive the drugs and are thus vasodilated. In our patient, inhaled NO worked initially, with improvement in oxygenation and pulmonary hypertension. As further hypoxia developed, we considered using other vasodilatory agents. Inhaled prostacyclin was thought unlikely to add to the effects of NO since these two agents work on the same underlying pathophysiological mechanism. Intravenous prostacyclin acts as a non-selective vasodilator. When used on its own it results in systemic vasodilatation as well as perfusion of underventilated lung, leading to increased V/Q mismatching and hypoxia 4 . However, when combined with inhaled NO a synergistic and therapeutic effect has been reported 5 . Unfortunately, in the case reported here only the non-selective features of this drug combination were evident with systemic hypotension and oxygen desaturation. It is possible that the doses were not ideal. The addition of inhaled prostacyclin was a ®nal attempt to maintain oxygenation, in the hope that it might add slightly to the effect of inhaled nitric oxide. This was unsuccessful either because maximum selective vasodilatation had already been achieved or, more likely, because the disease had entered a terminal phase. Intravascular lymphoma can affect almost any organ.
Because of the heterogeneity of its manifestations, clinical diagnosis is usually dif®cult.
CASE HISTORY
A woman of 83 reported three weeks of generalized tiredness, bilateral leg swelling and the development of a lesion on her abdominal wall. Her medical history was unremarkable apart from an umbilical hernia prosthetic mesh repair 4 years previously. On examination, she had pitting oedema of the legs and an irregular super®cially spreading violaceous indurated plaque affecting the anterior abdominal wall and both breasts (Figure 1 ). White cell count was 13.9610 9 /L, haemoglobin 12.4 g/dL, platelet count 220610 9 /L and erythrocyte sedimentation rate 13 mm/h. Serum urea and electrolytes, amylase, liver biochemistry, immunoglobulins, autoimmune antibodies, Ca 125 and carcinoembryonic antigen were within normal limits whereas the serum albumin (25 g/L), arterial oxygen (8.9 kPi) and lactate dehydrogenase (270 iu/L) were deranged. An abdominal ultrasound examination ruled out occlusion of the vena cava or portal vein; in the area of swelling the abdominal subcutaneous tissue appeared oedematous and in¯amed. The possibility of hernial mesh infection was considered and the patient was started on antibiotics. However, ®ne needle aspiration of the periumbilical mass yielded scanty lymphocytes with no bacteria on culture, and the antibiotic treatment was stopped. No malignant cells were seen. A CT scan of the abdomen and pelvis showed considerable oedema of the abdominal wall but was otherwise normal. During her stay in hospital, her serum albumin fell progressively and the oedema spread to affect the rest of her body. Core biopsies from each breast showed vascular spaces containing malignant cells with associated necrosis and thrombi (Figure 2a ). Immunostaining for cytokeratin gave negative results, but staining for common leucocyte antigen was strongly positive in intravascular cells, indicating an intravascular lymphoma (Figure 2b ). The malignant cells were negative for CD3 (T-cell marker) and positive for CD20 (B-cell marker)Ði.e. the lymphoma was of B-cell type. The patient died six weeks after the onset of her symptoms. 
